Individuals with posttraumatic stress disorder (PTSD) show deficits in recruiting neural regions associated with cognitive control. In contrast, trauma exposed individuals (TEIs) show increased recruitment of these regions. While many individuals who experience a trauma exhibit some PTSD symptoms, relatively few develop PTSD. Despite this, no work has examined the relationship between changes in PTSD symptoms and changes in neural functioning in TEIs longitudinally. This study examined the neural correlates of changing PTSD symptom levels in TEIs. Twenty-one military service members completed the affective stroop task while undergoing fMRI within 2 months of returning from deployment and a second scan 6-12 months later. Participants with PTSD or depression at baseline were excluded. PTSD symptom improvement was associated with greater increase in response to incongruent relative to congruent negative stimuli in dorsal anterior cingulate cortex and inferior frontal gyrus/anterior insula and increased BOLD response over time to emotional relative to neutral stimuli in inferior parietal cortex. Improvement in PTSD symptoms were not associated with changes in amygdala responsiveness to emotional stimuli. In short, the current data indicate that TEIs who become more able to recruit regions implicated in cognitive control show greater reductions in PTSD symptom levels.
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Introduction
Posttraumatic stress disorder (PTSD) impacts approximately 15 million individuals each year in the United States alone (Kilpatrick et al., 2013) . Neuroimaging work has begun to describe at least some of the pathophysiology underpinning PTSD. Individuals with PTSD show an increased amygdala response to emotional stimuli (Blair et al., 2013; El Khoury-Malhame et al., 2011; Hayes et al., 2012; Rauch et al., 2006; Shin and Liberzon, 2010) , as well as disrupted recruitment of regions implicated in cognitive control, including emotion regulation (Blair et al., 2013; New et al., 2009; Pannu Hayes et al., 2009; Rabinak et al., 2014; Xiong et al., 2013) and response control (Offringa et al., 2013; Shin et al., 2001) . PTSD treatment studies using emotionally evocative tasks suggest that successful intervention is associated with i) reduced amygdala response to emotional stimuli (Aupperle et al., 2013; Felmingham et al., 2007; Peres et al., 2011; Roy et al., 2010) and ii) increased recruitment of regions implicated in cognitive control including medial prefrontal (Peres et al., 2011; Roy et al., 2010) , dorsal anterior cingulate cortex (dACC; Roy et al., 2010) and lateral prefrontal cortex (Lansing et al., 2005; Roy et al., 2010) . It has been suggested that PTSD, at least with respect to some symptoms, is the result of hyperresponsivity to emotional information that interferes with cognitive control processes, including emotional regulation (Blair et al., 2013; New et al., 2009 ) and response control (Shin et al., 2001) .
Critically, however, most individuals exposed to traumatic events do not go on to develop PTSD (Kilpatrick et al., 2013) . Indeed, while reporting some symptoms immediately following a trauma, only about 20% of individuals go on to develop PTSD (McFarlane et al., 1997; Osofsky et al., 2015; Shalev and Yehuda, 1998; Yehuda et al., 1998) . Despite this, relatively little is known about the neural correlates of PTSD symptoms in trauma-exposed individuals who do not go on to develop PTSD (TEIs). In some respects, TEIs appear to simply show a less severe response to trauma than patients with PTSD. When passively viewing emotional stimuli, TEIs show reduced amygdala response to 
